This double special issue of Behavioural Neurology is devoted to two topics that have traditionally captured the most interest of behavioural neurologists -aphasia and hemispatial neglect. In recent years, more time and literature of behavioural neurologists has been devoted to more generalized dementia such as Alzheimer's Disease, perhaps because that is "where the money is" or because aphasia and neglect are typically associated with stroke, and stroke neurology has become a somewhat independent field of neurology (or medicine) focused on recanalization of vessels rather than behaviour or localization of deficits. Some of us have investigated how restoration of blood flow in acute stroke in particular areas of brain affects aphasia or neglect [1] [2] [3] 5] , but there has not been a great deal of overlap in the acute stroke and behavioural neurology literature in the last few decades [but see 6-9 for notable examples of overlap].
The special issue on aphasia includes a number of papers that compare post-stroke aphasia with Primary Progressive Aphasia (PPA), a relatively recently described focal degeneration syndrome in which the predominant deficit is language (with or without apraxia) for the first two years [15] . Three variants have been described that are fairly regularly associated with dis- * Correspondence to: Argye E. Hillis tinct underlying pathologies, as well as distinct areas of brain atrophy [16] . The nonfluent, agrammatic variant of PPA (nfvPPA, also called PPA-G emphasising that grammar is frequently impaired, or formerly called progressive nonfluent aphasia, emphasing that speech articulation is often slow, effortful and distorted). The nonfluent/agrammatic variant is associated with atrophy in the posterior inferior frontal cortex and insula and most often with the tau pathology, such as corticobasal degeneration, progressive supranuclear palsy, or frontotemporal lobar degeneration-tau at autopsy [see 16 for review]. The key features are agrammatic language production and/or apraxia of speech. Verb naming is typically more impaired than noun naming [4] . Thus, it has a great deal of overlap with the vascular syndrome of Broca's aphasia (not surprisingly, as overlapping areas of the brain are affected). Unlike the vascular syndrome, there are some patients with nfvPPA who have spared writing until late in the course [see 2]. The semantic variant of PPA (svPPA or PPA-S, also sometimes called semantic dementia) is associated with atrophy in the anterior and inferior temporal cortex (left greater than right) and is generally found to be associated with ubiquitin pathology at autopsy. The key feature is impaired word comprehension with or without impaired object recognition but relatively spared motor speech, grammar and fluency of language production, and sentence repetition. Individuals with svPPA show overlap in language performance with in-dividuals with the vascular syndrome of Wernicke's aphasia. Again, this is not surprising, as both syndromes are associated primarily with left temporal lobe damage or dysfunction. However, unlike individuals with post-stroke aphasia, most individuals with svPPA do show object agnosia at least late in the course or at least with lower familiarity objects, perhaps because they have some bilateral temporal cortex involvement. Finally, logopenic variant PPA (lvPPA or PPA-L) is associated with posterior superior temporal and inferior parietal cortex atrophy (left much greater than right) and Alzheimer's disease (AD) pathology at autopsy. It is characterised by impaired naming with phonological errors and disproportionately impaired sentence repetition (e.g. compared to sentence reading). Reduced phonological working memory is the underlying cognitive process that is impaired in most cases. This variant of PPA has a great deal of overlap with the vascular syndrome of conduction aphasia, at least at onset. Eventually, individuals often develop more severe language or memory deficits consistent with AD.
Comparing post-stroke aphasia and PPA is a useful enterprise for a number of reasons. First, investigation of vascular syndromes alone is limited by the human vasculature and its territories. That is, not all areas of the brain are equally likely to be affected by stroke, and some areas are rarely involved in stroke because they have redundant vascular supplies. PPA frequently affects some of these areas, allowing investigator to test the role of these areas in language. Likewise, stroke is generally unilateral, while PPA is typically asymmetric, but bilateral (so the role of each hemisphere can be better tested in the presence of damage to one vs both hemispheres). Deficits from stroke often recover, while deficits in PPA progress over time. The course of breakdown or recovery often reveals interesting insights about the cognitive mechanisms underlying the affected language tasks.
In this issue Lambon-Ralph and co-authors report results of an investigation of nonverbal semantic processing in svPPA and post-stroke aphasia with semantic deficits. Faria and collegues compare patterns of dysgraphia (spelling impairment) in PPA, and compare them to patterns of dysgraphia previously described in individuals with post-stroke aphasia. They also report the areas of focal atrophy associated with the most common pattern of dysgraphia in PPA. In another paper on dysgraphia in PPA versus stroke, Tsapkini and colleagues report treatment of spelling in one individual with lvPPA, and compare treatment results to the same approach to treatment of spelling in an individual with post-stroke dysgraphia. Meltzer-Asscher et al. evaluate the distinct patterns of morphosyntactic errors in the variants of PPA, and compare them to patterns of errors in post-stroke aphasia. Weintraub and co-workers report results of a new method of assessment of verbal and nonverbal memory in PPA. The issue is completed by a three Clinical Notes: a fascinating case of an unusual form of lvPPA that degenerated into jargon aphasia, a case of nonfluent agrammatic variant PPA due to Pick disease with concomitant (what is argued to be) incidental Alzheimer's disease pathology, and a case of successful treatment of PPA. Together, these papers illustrate how investigating PPA and post-stroke aphasia can yield complementary insights about brainbehaviour relationships as well as about potential response to interventions and the normal cognitive processes underlying language. The separate introduction to the special issue on hemispatial neglect and related disorders describes the papers therein and how they contribute additional insights into brain-behaviour relationships and the cognitive processes underlying normal spatial attention and representation.
